In assessing the role played by any form of therapy in these cases the possibility of spontaneous recovery of vision must be considered; indeed Cases 2 and 3 had earlier experienced temporary visual loss with full recovery. However, if we exclude the retreatment of Case 3, which was evidently ineffective, the figures in the third column would suggest that the rapid restoration of arterial pulsation was due to streptokinase therapy.
Venous occlusions: Six patients with retinal venous occlusions were treated; of these 5 were central and 1 branch. Table 2 shows the time that elapsed in each case before treatment was begun and the visual results. In no case was there any improvement in the fundus appearances that could be attributed to therapy.
In only 2 patients (Cases 8 and 9) was there an improvement in the visual acuity. But Case 8 was judged to be an incomplete occlusion and Case 9 was a superior nasal vein occlusion (which persisted); so that this improvement might have been expected in the natural course of events.
On the other hand, in Cases 5 and 6 further hemorrhages occurred in the eye after the commencement of therapy. In Case 5 a preretinal hemorrhage was seen five hours after starting streptokinase. In Case 6 retinal hemorrhages increased within twenty-four hours and a hyphoema occurred on the eleventh day. In both cases new vessels formed early on the iris and in the chamber angle, glaucoma supervened, and the ultimate visual acuity was no perception of light.
Conclusions
There was no clear indication that streptokinase therapy benefited any of our 6 patients with venous occlusions. In 2 cases it appeared to make the condition worse. It has, therefore, been decided to discontinue its use. However, streptokinase appeared to be of value in restoring pulsation in blocked central retinal arteries. We have decided to study further the effect of this therapy on recent arterial occlusions. The Petrosal Pathways The secretomotor fibres both to lacrimal gland and nasal mucosa arise in the superior salivatory nucleus, emerge from the pons, and run with the facial nerve to the geniculate ganglion. Thence they continue forwards extradurally over the petrous, towards foramen lacerum, uniting with sympathetic fibres from internal carotid plexus. These conjoined fibres form the vidian nerve which runs forward through the pterygoid canal to join the sphenopalatine ganglion in the pterygopalatine fossa. Here, the parasympathetic fibres relay before distribution. The lacrimal fibres join the maxillary nerve and enter its zygomatic branch, reaching lacrimal gland through the zygomaticotemporal branch or fine connexions to the lacrimal nerve. Elsewhere (Golding-Wood 1961, 1962a) I have contended that many cases of paroxysmal sneezing and rhinorrhcea, often associated with lacrimation, hitherto believed allergic, are in fact largely psychosomatic in character. The symptoms are due to the cholinergic effects of localized parasympathetic over-activity. In severe and intractable cases this hypothesis has been tested by surgical section of the final effector pathways. Initially, I used greater superficial petrosal neurectomy in the middle cranial fossa, but later devised a transantral exposure for vidian neurectomy. This gives equivalent results with much less disturbance and is free of significant risk. This preganglionic sec-tion facilitates the complete resection essential to all effective autonomic surgery, and preserves somatic fibres passing through the sphenopalatine ganglion. It has been possible to show that the effects are entirely due to the results of parasympathetic section (Golding-Wood 1963a).
Technique
By a buccal incision the maxillary antrum is opened and its posterior wall removed. A Zeiss operating microscope is used for the dissection in pterygomaxillary fossa. The internal maxillary artery is secured and the foramen rotundum defined. The sphenomaxillary branches of the maxillary nerve, passing medially and slightly downwards, lead one to the anterior funnelled mouth of the vidian canal. The emerging vidian fibres are cut and diathermy coagulation within the canal ensures their destruction.
With familiarity, this operation seldom requires more than 20-25 minutes, but it is not easy, and requires microscopic precision. It has given almost uniform and dramatic relief of nasal symptoms in the first 75 otherwise completely intractable cases now followed up to seven years (Golding-Wood 1963a). Whilst complete neurectomy ensures virtually uniform success, inadequate resection is useless and appears the only reason for the few failures or the small incidence of recurrence. The first attempt, however, must succeed, for subsequent scarring in pterygomaxillary fossa will deny any later attempt.
The Effects on Lacrimal Secretion
Lacking precise quantitative methods, we are dependent on Shirmer's test, the inadequacies of which allow only approximate comparative results (Eisner 1960) .
Vidian neurectomy immediately abolishes lacrimal secretion, but the continued activity of accessory glands and goblet cells of the conjunctiva protect the eye against keratoconjunctivitis sicca that attends Sj6gren's syndrome or postirradiation injury. Some patients notice slight temporary ocular discomfort but this is easily relieved by artificial tear drops. The rose bengal test has shown significant retention in only one of 85 patients. This man's otherwise persistent discomfort is relieved by drops and there is no definite evidence of pathological change. Nevertheless, this case serves as a reminder that hot, dry and dusty climates might aggravate the ocular effects. So far, however, neither Martin (1963, personal communication) in U-ganda, nor Callaghan (1963, personal communication) in Pretoria has experienced any particular trouble.
When parasympathetic resection is complete the effects seem permanent. If it is correct that some find Whitwell's orbital resection of lacrimal secretomotor fibres gives only temporary result, this is probably due to the difficulty in achieving a complete resection of all post-ganglionic fibres. Even if only 5-10% remain, early resumption of activity would be expected.
Remembering the remark 'The sorrow that finds no relief in tears makes other organs weep', it has been interesting to observe the reaction of female patients thus denied this emotional outlet. Several said they felt churned up and distressed inside for several hours at a time. After a few months, however, they had adjusted themselves to this state of affairs and thereafter seem scarcely to have noticed this.
Crocodile Tears
The simple mechanical epiphora so characteristic of Bell's palsy will not be confused with the crocodile tears that occasionally occur six months or more after the onset of paralysis. Here, profuse lacrimation occurs only when food is eaten, and in severe cases the affected eye waters profusely at every meal. Hitherto it was known that in these cases the preceding facial palsy had been associated with a dry eye, evidence of geniculate ganglion involvement (Tumarkin 1936a, b) . Beyond this, we could offer neither adequate explanation nor satisfactory treatment.
My own views and cases were recently published elsewhere (Golding-Wood 1963b), but perhaps I may allude to my first case again. The patient was a girl of 13 with severe vasomotor rhinitis whom I subjected to greater superficial petrosal neurectomy in 1956. Unilateral operation was conducted by extradural approach through the middle cranial fossa. Petrosal neurectomy gave immediate relief of the incapacitating nasal symptoms, and the eye became dry. The operative result, however, was marred by the immediate onset of a facial palsy, a known risk, though this gradually recovered, leaving only slight facial asymmetry. At follow up five years later the eye remained dry to all emotional and sensory stimuli, but for the previous six months had watered profusely with practically every meal. It seemed obvious that the normal lacrimal secretory supply was disrupted and the gustatory reflex seemed due to an aberrant parasympathetic supply.
The fine connexions between tympanic plexus and greater superficial petrosal nerves seemed likely to facilitate collateral nerve sprouts. It will be recalled that the process of nerve degeneration stimulates healthy fibres to produce small collateral sprouts that grow into the tubes of degenerating fibres. Unimportant elsewhere, this process is enormously effective in the autonomic system (Murray & Thompson 1957) .
When any autonomic nerve degenerates, any closely adjacent normal autonomic fibres will give is 495 off sprouts that may connect up with appropriate cholinergic or adrenergic endings. Either useful function or bizarre sequelk may result. The aeduction was obvious. Parasympathetic fibres travelling in the tympanic branch of the glossopharyngeal, normally destined for salivary glands, had provided sprouts to traverse petrosal pathways to the lacrimal gland. Thus the gustatory reflex became established (Golding-Wood 1962c) .
The modem technique of exploratory tympanotomy enabled me to verify this hypothesis. Through a small incision within the external auditory canal, the posterior half of the drum together with a meatal skin flap was reflected to expose intratympanic structures. The tympanic nerve runs upwards over the promontory of the labyrinthine capsule, generally visible by an operating microscope. In 20 % of cases, the nerve and its branches are enclosed in bony canals, but these can be defined and opened with a fine pick. Once exposed, the tympanic nerve is resected as widely as possible.
Complete resection is imperative, and the technical feat is not easy, but it is safe, indeed trivial for the patient. It has so far uniformly relieved my few cases of crocodile tears. The others developed, as usually they do, after severe Bell's palsy. Clearly, the same mechanism applies, for the results of tympanic neurectomy are explicable only by breaking the reflex arc. These observations, recently confirmed, indicated the importance of collateral sprouting in the cranial autonomic system and provided the first definite evidence of it in man. Intraocular Tension Forty years ago, three different authors (Luedde 1912 , Post 1921 , Sluder 1927 , reported that local block of the sphenopalatine ganglion markedly reduced both intraocular tension and pain in 14 different cases of glaucoma.
The reports were sketchy, however, and little heed was paid to them. Nor was this surprising, for the rationale was obscure, the anatomical connexions unknown, and the procedure was both temporary and uncertain. Today, however, these earlier reports need re-appraisal, for recent investigations have provided a mass of physiological data, the anatomical background, and a safe, dependable technique.
In his memorable Bowman lecture, Duke-Elder (1957) discussed the evidence of a diencephalic mechanism controlling intraocular pressure, and the autonomic factors in some glaucomas. As aqueous humour formation involves active secretion, it would be unique if it were not under central control. Nevertheless, the eye has its own compensating mechanism, and central control seems to operate only when equilibrium is disturbed. These views are upheld by recent experimental studies by von Sallmann and co-workers in America, and by Gloster and his associates here (von Sallmann & Lowenstein 1955 , von Sallmann et al. 1956 , Gloster & Greaves 1956 , Gloster 1959 . Their work provides indisputable evidence of some direct nervous influence on intraocular pressure, and supports the idea of a specific regulatory mechanism in or about the hypothalamus (see Fig 1) .
Afferent stimuli are clearly necessary. These are conducted by ophthalmic trigeminal fibres to judge by experiments of Perkins (1957) and von Sallmann et al. (1958) .
The final effector pathway would be provided by efferent autonomic fibres. Neither the sympathetic nor oculomotor parasympathetic fibres have any consistent effect on intraocular pressure. Only parasympathetic petrosal fibres relaying in the sphenopalatine ganglion remain. In beautifully controlled animal experiments Gloster (1961) found that electrical stimulation of these fibres gave ipsilateral rises of intraocular tension independent of rises of blood pressure or striated muscle contraction.
Clearly my vidian and other neurectomies provided a unique opportunity to test in man these experimental results. The detailed results will be presented elsewhere but, briefly, applanation tonometry has revealed a consistent pattern in normal eyes. Section of either petrosal or vidian nerve gives a slight but apparently significant fall of 2-3 mm in tension. These are the results of repeated observations extending over two years in over 50 eyes of 34 patients aged 16 to 62 years.
Parallel results obtain after total trigeminal root section, certainly due to ophthalmic fibres, for fractional sections sparing these have no such effect.
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A fall of tension of 2-3 mm from the average 15-18 mm may seem little enough, but these are normal eyes. From the behaviour of known drugs, one might expect a vastly greater fall in the glaucomatous eye.
These findings confirm in man the results of experimental ophthalmic research. Clearly, such observations demand direct anatomical connexion between sphenopalatine ganglion and eyeball. None was known until Ruskell (1963, personal communication) announced that in a series of experimental animals he could routinely trace the very fibres these results require.
Structurally, the plexiform pattern of freeending nerve fibres fonming a network about the canal of Schlemm (Holland et al. 1956 ) is consistent with autonomic terminals (Hillarp 1946 , Mitchell 1953 , and closely resembles that in the wall of the carotid sinus. From our knowledge of the latter (Golding-Wood 1962b) analogy suggests a pressoreceptor function. This speculation cannot be pursued now. Further work is necessary to elucidate the physiological mechanism involved. It is not for me, an otolaryngologist, to comment on the treatment of glaucoma. Whatever the method, case selection and control by ophthalmologists is clearly essential. Nevertheless, some ophthalmologists may feel that there is now sufficient evidence to justify a pilot study of vidian neurectomy in carefully selected cases of glaucoma. During the past few months many ophthalmologists have received at least one follow-up form from the Institute of Ophthalmology and the results presented in this paper are indicative of their excellent response. Their continued assistance is essential for the success of these studies; we feel the information we are collecting is of considerable value in clarifying the natural history and assessing the correct management of these difficult conditions. Three separate groups of tumours are at present being studied from histological and follow-up aspects. These are: retinoblastomas, iris tumours, and conjunctival melanomata. I have been studying the conjunctival melanomata and in this paper I will discuss the follow-up results that I have so far received concerning malignant melanomata of the limbus.
Review ofthe Literature One of the great problems that has beset ophthalmologists in the past in dealing with malignant melanomata of the limbus has been their infrequent occurrence. With certain notable exceptions few clinicians have treated more than a small number of these tumours, and the literature abounds with reports of isolated cases treated by various methods with varying degrees of success.
In the literature of the nineteenth century there are few reports of malignant melanomata of the limbus being followed up for any length of time. Verhoeff & Loring (1903) collected many of these
